Various indices of brain metabolism and activity in a model of chronic neurological dysfunction: triethyl tin intoxication in the rat.
A number of pathological agents of interest in the therapy of cerebrovascular disease can retard the development of the neurologic deficit induced by triethyl tin. Locomotor activity was decreased at a time when no evidence of neurologic deficit could be detected. Conduction velocity in the peripheral as well as assessed from measurement of cerebral blood flow, local cerebral glucose utilization, brain water and electrolyte content as well as neuropathology were measured before and frank deficit could be clinically detected.